Dear Editor, We thank the authors of the letter [1] for their interest in our publication and their detailed work-up of its content. We appreciate the comments and wish to briefly address the main questions raised.
In a study of 142 patients at different stages of chronic kidney disease (CKD), we reported that the plasma intact FGF23 concentration was independently associated with aortic calcification but not with pulse wave velocity (PWV) and bone mass density [2] . In comparison, Ford et al. found a correlation between intact FGF23 and PWV in a univariate analysis in a recent study of 200 CKD stage 3-4 patientsalthough the association was no longer statistically significant after adjustment in a multivariate analysis (as presented in Table 5 of Ford and colleagues' article [3] ). Indeed, other biomarkers (such as osteoprotegerin) were more relevant than FGF23 for PWV prediction in this latter cohort [3] . Hence, it appears to us that the two studies' respective findings are concordant (i.e. intact FGF23 levels are not predictive of PWV in CKD patients) and that the search for optimal biomarkers for arterial stiffness must continue. We also wish to emphasize that the two studies are not straightforwardly comparable; our study included patients at different CKD stages (including advanced stages, i.e. hemodialysis), whereas the study of Ford et al. was restricted to stage 3-4 patients.
Regarding the possible instability of FGF23, we reread the cited paper with interest [4] . However, the blood samples in our study were centrifuged, separated and frozen at −80°C immediately after collection, which was not one of the sets of conditions tested in the previous paper [4] . Hence, no definitive conclusions can be drawn in this respect and additional work is needed to test the instability hypothesis under the conditions used in our present study. It is worth noting that most of the studies (including some large cohorts) having suggested an association between FGF23 and outcomes did not use protease inhibitors [5, 6] .
